Neuroinᴀammatory mechanisms received more and more attention recently in neuroscience examining depression and anxiety. Disturbances in the genetic expression pro le of proinᴀammatory cytokines such as Interleukin-1B (IL-1B) and Interleukin-6 (IL-6) has been reported to inᴀuence these mood disorder pheontypes profoundly, however it has been also shown that different stressors are needed to exert such effect. That means that signi cant main effects of these genes on depression and anxiety are lacking, but highly signi cant interaction effects could be observed even after correcting for multiple testing [1, 2] 
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Academy of Sciences, Budapest, Hungary Neuroinᴀammatory mechanisms received more and more attention recently in neuroscience examining depression and anxiety. Disturbances in the genetic expression pro le of proinᴀammatory cytokines such as Interleukin-1B (IL-1B) and Interleukin-6 (IL-6) has been reported to inᴀuence these mood disorder pheontypes profoundly, however it has been also shown that different stressors are needed to exert such effect. That means that signi cant main effects of these genes on depression and anxiety are lacking, but highly signi cant interaction effects could be observed even after correcting for multiple testing [1, 2] The aim of this study was to represent how the different stress clusters can interact with two IL-1B, and an IL-6 polymorphisms, inᴀuencing anxiety phenotype in a normal population sample from Hungary. For the analysis 1093 people were recruited, provided genetic samples and phenotypic information. Linear regression analyses were carried out with PLINK (1, 2) ( This study provides an example for the interplay among interaction patterns in the pathomechanism of anxiety symptoms. Among the examined stress types we found that IL-1B polymorphisms are more sensitive to early life stress than any other interaction we found.
Also somatic stress type represented by painful states had unique connection with the IL-6 polymorphism. Recent life stress, however did not show exact preference among the polymorphisms of the two genes, furthermore, it inᴀuenced the effect of both on STAI trait phenotype. The represented examples, and also the lack of genetic main effect strongly suggest to take stress factors into account when the role of genetic polymorphisms of proinᴀammatory cytokines on anxiety phenotypes are studied. In conclusion, in the development of anxiety, similar to those described in depression, gene environment interactions could be identi ed.
